recently conducted a large and well-designed study, the purpose of which was to validate the concept of glycaemic glucose equivalent (GGE) as a predictor of the relative glycaemic effect of foods. However, the conclusion that GGE is a valid predictor of glycaemic response is not supported by the data. The blood glucose responses of subjects with diabetes (n ¼ 12) and without diabetes (n ¼ 11) were measured after they consumed five different carbohydrate foods at two levels of GGE (10 and 20) and one food at two different levels of GGE (24 and 48). The accuracy of prediction was judged using three criteria. Different foods fed at the same level of GGE should elicit similar glycaemic responses in the same group of subjects, and doubling GGE should double the glycaemic response. The final criterion was related to a quantity known as relative glycaemic effect (RGE), which is the incremental area under the curve (IAUC) divided by the glycaemic sensitivity factor of each subject (defined as IAUC/GGE). According to the authors: 'yif GGE accurately predicted glycaemic responses, the numbers for GGE intake and RGE should be the same.' The authors conclude that 'Relative glycaemic effects were accurately predicted by GGE intake after adjusting for individual glycaemic sensitivity.' and 'GGE content predicted glcyaemic impact of foods over a practical range of carbohydrate intakesy'.
If GGE is valid, foods fed at the same level of GGE should elicit similar glycaemic responses. This study provides four separate tests (two groups of subjects, two levels of GGE) of this hypothesis. In three of these four comparisons, there were large (2-3-fold) and statistically significant differences in glycaemic response among the five test foods: diabetic subjects, GGE ¼ 10, range of IAUC 79-202 (Po0.05); diabetic subjects, GGE ¼ 20, range of IAUC 181-469 (Po0.05); normal subjects, GGE ¼ 10, range of IAUC 52-106 (Po0.05); normal subjects, GGE ¼ 20, range of IAUC 157-216 (NS). Thus, five foods fed at the same level of GGE produced significantly different glycaemic responses in three of four cases.
The authors demonstrated a significant increase in glycaemic response when the GGE was doubled by doubling the portion size of the foods fed. However, this is not surprising, and does not address the criterion as to whether the response increases by two-fold. When GGE doubled, the ratio of responses should have been 2.0, but, in fact, varied from 1.5 to 2.7 for subjects with diabetes and from 1.5 to 2.2 for normal subjects. There is no statistical comparison of these ratios either with themselves or with the expected value of 2.0. However, the ratios tended to become smaller as the amount of carbohydrate in dose 2 increased, and this is statistically significant for subjects with diabetes, r ¼ À0.865 (Po0.05). The authors suggest this is due to the fact that blood glucose had not returned to baseline over the 3 h of the test. However, this remains to be demonstrated.
With respect to the RGE values the authors state that: 'In most cases, the correspondence between GGE intake and relative glycaemic effect was quite closey'. However, this vague statement without any statistical analysis is not good enough. It would seem reasonable to hypothesize that if GGE was really the same as (ie predictive of) RGE, then there should be a 95% probability that GGE will be within the 95% confidence intervals (CI) for RGE. Mean and 95% CI of the RGE values for the different intakes of GGE are plotted in Figure 1 . GGE was within the 95% CI of RGE in only 16 of the 24 tests (67%). If the hypothesis that GGE equals RGE is true, then the chance that GGE falls within the 95% CI of RGE in at most 16 of 24 tests is Po0.001 by Fisher's exact Figure 1 Mean795% CI of RGE in normal and diabetic subjects elicited by different foods consumed at different intakes of GGE (Liu et al, 2003) . Solid lines indicate the levels of GGE intake for the various tests. If GGE predicts glycaemic responses, then, according to the authors, RGE should equal GGE, and, thus, GGE should be within the 95% CI for RGE for each test.
test. In subjects with diabetes, GGE was within the 95% CI of RGE in only six of 12 cases (Po0.001). In normal subjects, GGE was inside the 95% CI of RGE in 10 of 12 cases (83%), but the probability that this occurred by chance if the hypothesis were true is o0.1. Therefore, the hypothesis that GGE ¼ RGE should be rejected (at least for subjects with diabetes). Therefore, having failed on all three criteria used to judge predictability, the data provided by Liu et al (2003) are far from a convincing demonstration that GGE is a valid predictor of the relative glycaemic effect of foods.
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